increasing GA2ox activity. This interaction is suggested as a mechanism that could help refine the boundary between cells with SAM or leaf identity -a process which is expected to be particularly important when the molecules mediating cell fate are mobile.
Gibberellin and cytokinin have antagonistic effects in a number of processes -suggested to reflect convergence of cytokinin and gibberellin signals on the SPY protein [13] or incompatibility in the effects of cytokinin on cell division and gibberellin on cell expansion [8] . Such antagonism could further discourage specification of cells with intermediate identities at the SAM-leaf boundary. One of the many questions raised by these findings is how a high concentration of cytokinin, which can affect leaf development [14] , is itself restricted to the SAM. Pautot To determine whether the selected K172N polymorphism was associated with phenotypic variance, Soranzo et al. [15] extended the earlier functional analyses of Bufe et al. [3] . These experiments revealed that the K172N variant is indeed correlated with phenotypic variance in vitro, with the evolutionarily derived N172 allele conferring two-fold greater sensitivity to salicin, arbutin (found in bearberries), and amygdalin (found in bitter almonds). Soranzo et al. [15] did not test any living humans for sensitivity to these bitter plant toxins, but previous studies have found strong agreement between in vitro and in vivo analyses of TAS2R16 [3] . Thus, the TAS2R16 variant that seems to have been rapidly driven to high frequency is likely associated with greater sensitivity to β β-glucopyranosides. Greater sensitivity to β β-glucopyranosides might have provided a fitness advantages by allowing the regulation of β β-glucopyranoside intake.
Evidence that natural selection has favored a new, highsensitivity N172 mutant at TAS2R16 makes sense, but it also raises a question: why has the allele not become completely, rather than just nearly, fixed in human populations? Here, Soranzo et al. [15] 
